A 31 year old man, under investigation for melena, was found at endoscopy to have varicosities at the site of a duodeno-jejunostomy which had been performed for duodenal atresia when he was three days old. Angiography revealed an occluded portal vein with an extensive collateral circulation. At laparotomy some of the collateral vessels were found to pass through the anastomotic site and directly into the left lobe of the liver. The portal pressure was found to be minimally elevated. Resection of the anastomotic segment was performed with reconstruction using a Roux en Y jejunal loop. Bleeding from collateral vessels passing through an anastomosis site in a patient with extrahepatic portal vein thrombosis has not previously been reported.
INTRODUCTION
Thrombosis of the extrahepatic portal vein results in the development of large collateral veins which continue the portal perfusion of the liver (hepatopetal flow)1.
Patients with this disorder usually maintain normal liver function but are at risk of gastro-intestinal bleeding from these abnormal vessels. The oesophagus and stomach are the most common sites although others have rarely been reported2 '3'4. A patient is presented in whom upper gastro-intestinal haemorrhage occurred from collateral portal vessels at the site of a duodeno-jejunal anastomosis. Such a case has not previously been described.
CASE REPORT
A 31 year old man was transferred to the Hepatobiliary Unit at the Royal Free Hospital for investigation of recurrent episodes of melena.
In his past medical history he was born with duodenal atresia and underwent a duodeno-jejunostomy at the age of three days. Post (Figure 1 ), showed occlusion of the portal vein with massive collateral vessels at the hilum of the liver and at the bleeding site visualised at endoscopy. Flow through the collateral vessels was hepatopetal. There was no flow of contrast through the mesocaval shunt and the splenic pulp pressure was only minimally elevated at 13cm of water. Abdominal CT scanning with oral contrast showed his distal stomach and the site of his duodenojejunostomy to be closely adherent to the left lobe of the liver (Figures 2a and 2b ).
When intravenous contrast was administered the bridge of tissue between the distal stomach/duodenum and the left lobe of the liver was enhanced suggesting that it was vascular or well vascularised. As a result of these investigations further surgery was carried out.
The abdomen was opened through a right subcostal incision and dense vascular adhesions were encountered. The site of the duodeno-jejunostomy was found to be densely adherent to the left lobe of the liver. Within the small bowel mesentery and in the hepatorenal pouch were grossly distended veins running towards the hilum of the liver. Some of the veins within the small bowel mesentery coursed through the adherent anastomosis and entered the left lobe of the liver directly. The pressure within the enlarged mesenteric veins was 15cm of water. The anastomosis was mobilised from the liver with ligation of the traversing vessels and the site of the duodeno-jejunostomy divided. This allowed the involved segment of jejunum to be resected. Intestinal continuity was restored with a Roux en Y jejunal loop.
Histology of the resected specimen showed a length of small bowel and a small segment of duodenum. Abnormally large veins were confirmed within the mucosa and submucosa of the small bowel. At the site of the previous anastomosis there was loss of the mucosa overlying the varicosities.
Post operatively he developed a fistula at the site of his duodeno-jejunostomy which closed spontaneously with conservative treatment. Six months post operatively he has had no further gastrointestinal bleeding.
DISCUSSION
In the case described major gastrointestinal haemorrhage was occurring from varicosities at the site of a duodeno-jejunostomy. In view of the findings of extrahepatic portal vein thrombosis and large collateral venous channels throughout the rest of the small bowel mesentery it seems likely that these vessels were also large hepatopetal venous collaterals passing through the site of the anastomosis into the liver. Their development at this site may be explained by dense adherence of the duodeno-jejunal anastomosis to the liver substance in the neonatal period following the surgery for duodenal atresia.
Several possibilities exist as to the aetiology of the extrahepatic portal vein thrombosis which is likely to have occurred at an early age in view of bleeding episodes starting at two years of age. The most likely cause would seem to be indirectly by splenic puncture (13cm of water) and directly by cannulation of a mesenteric vein at surgery (15cm of water). On both occasions, the pressure was well within normal limits. Thus, despite portal vein thrombosis leading to presumably an initial elevation of portal pressure and subsequent collateralization, at the time of their evaluation the pressure had returned to normal. Therefore, the mechanism of variceal bleeding was most likely erosion into a high flow, low pressure varix rattier than spontaneous rupture secondary to elevated pressure.
Extrahepatic portal hypertension almost always leads to hepatopetal.(towards the liver) as well as hepatofugal (away from the liver) collaterals because the hepatic vascular resistance is normal. The development of hepatopetal collaterals is beneficial as this restores hepatic portal perfusion and lessens the likelihood of hepatic failure and/or encephalopathy. The adherence of the duodenal-jejunal anastomosis to the left lobe of the liver in this patient provided a natural bridge through which hepatopetal collaterals could develop. This resulted in luminal varices, in contrast to the more common situation in which hepatopetal collaterals are most prominent along the hepatoduodenal ligament, and in that location, cannot cause gastrointestinal hemorrhage.
It cannot be determined from this report whether the major site of hepatopetal collateralization, which was resected, was responsible for the normal portal pressure. It would have been desirable for the authors to measure portal pressure after this pathway was interrupted. Likewise, the relatively brief follow-up of this patient prevents a determination as to the long-term effectiveness of the surgical therapy applied. 
